its cause is unknown. We would like to report a case of Reiter's disease whose development of iritis may be an example of Auer's principle.
CASE REPORT
A 44-year-old male, HLA B27 positive, was diagnosed as having Reiter's disease in 1958 when he developed urethritis, conjunctivitis, and arthritis, the latter involving the knees and ankles. He was troubled with recurrent iritis in the right eye in 1958, 1963, and 1967 , for which he was treated with a partial iridectomy in 1967. In 1971 he developed low back pain and at that time was noted to have radiological changes of bilateral sacroiliitis and ankylosis ofthe thoracolumbar spine. In 1972 he developed further arthritis in the knees and ankles, which settled with non-steroidal anti-inflammatory drugs. In May 1977 he receved a blow over the right eye and developed bruising of the eyelids but no obvious local damage to the eye. Five days later he developed an acute iritis, which resolved after 2 weeks' treatment with topical corticosteroids. At that time his peripheral joints were inactive, he had minimal back pain, and his therapy was indomethacin 100 mg a day. Laboratory investigations showed an erythrocyte sedimentation rate (ESR) of 10 mm in 1 hour, C-reactive protein 1-44 mg/100 ml (normal < 0-8 mg/100 ml), and circulating immune complexes as detected by the method of Hay et al. (1976) were greater than 3 standard deviations above the normal range. Six months later he had only bilateral Achilles tendonitis, and there had been no further attacks of iritis. The ESR was 41 mm in 1 hour, C-reactive protein 3-1 mg/100 ml, and circulating immune complexes remained elevated.
COMMENT
This was the first attack of iritis experienced by this patient in 10 years, so that its occurrence following the blow over the eye is unlikely to be coincidental. Gamble et al. (1970) concluded that damage to the uveal vasculature appeared to be necessary to facilitate deposition of circulating immune complexes and the development of iritis. Concussion to the iris, no matter how small, produces vascular changes in the uveal vessels. These consist initially of an ischaemic spasm, followed by a prolonged reactive vasodilatation and hyperaemia of the uveal tract (Duke-Elder, 1972) .
Compared with normal controls this patient had elevated levels of circulating immune complexes, as measured by the solid phase Cl q radioimmunoassay, before and after his episode of acute iritis. This patient may be an example of the Auer principle, in that vascular changes occurring after the blow to the eye enabled the deposition of circulating immune complexes in the iris, causing acute iritis. The cause of iritis in Reiter's disease is unknown, but his case leads to speculation that it could be secondary to deposition of circulating immune complexes. 
